hydrocephalus, hypoplasia of corpus callosum and inferior vermis ( Figure 2 ). There was no pathology at abdominal ultrasonography and echocardiography. The audiogram did not reveal any pathology. The cognitive and motor development were delayed.
We detected a de novo heterozygous A391E (c.1172C>A) mutation in FGFR3 gene in our patient. This syndrome is inherited in an autosomal dominant type although most cases are sporadic mutations (5) . We detected the mutation in the patient but not in her parents and sisters ( Figure 3) . Therefore, our patient is a sporadic form of CSAN. As with other disorders caused by FGFR gene mutations, increased paternal age seems to be a risk factor (1). Our patient's father age was 42 years old.
To our knowledge, this is the first case of CSAN with hypoplasia of corpus callosum and inferior vermis. This association may be coincidental. These patients should be investigated for other possible cranial MRI findings.
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